Intracranial embolization usually arises from the heart, a vertebrobasilar artery, a carotid artery, or the aorta, but rarely from the distal subclavian artery upstream of an embolus. We report on a patient who experienced left shoulder and forearm pain with weak blood pressure and pulse followed by concurrent onset of left hemiplegia. This case is a rare example of multiple cerebral embolic infarctions, which developed as a complication of distal subclavian artery thrombosis possibly associated with protein S deficiency.
INTRODUCTION
Cerebral embolism is an important etiology of stroke in young adults. Emboli most often arise from the heart but may originate from another location within the arterial tree. In a paradoxical embolism, deep vein thrombosis embolizes through an atrial or ventricular septal defect in the heart into the brain.
Hypercoagulable states, such as those associated with protein C deficiency, protein S deficiency, or antiphospholipid antibody syndrome are etiologies associated with arterial thrombosis and ischemic stroke in young adults, although their incidence is rare. 3) Subclavian artery occlusive disease usually occurs secondary to persistent compression caused by thoracic outlet syndrome and rarely as a result of focal atherosclerosis or thrombosis. Rarely, retrograde flow of emboli from a diseased vessel to the vertebral or carotid arteries can occur, causing an ischemic infarct.
5)
Here, we report on an unusual case of distal subclavian artery thrombosis presenting with cerebral embolization in order to create awareness of ischemic stroke caused by distal or possibly proximal subclavian disease.
CASE REPORT
A 47-year old female presented in our emergency room with a confused mentality, left side weakness, and left forearm pain. She had no relevant medical history; however, upon questioning, she revealed that she had been prescribed medication at another orthopedic clinic for left shoulder pain 2 weeks previously.
Swelling and tenderness of the left forearm was noted, and blood pressure was not measurable, and no pulse was detected in the left upper limb. On the right side, 
DISCUSSION
We report on a case of cerebral embolic infarction secondary to subclavian artery occlusion, possibly associated with protein S deficiency. Protein S is a vitamin K-dependent plasma protein that serves primarily as a cofactor for activated protein C and plays a vital role in regulation of blood coagulation and fibrinolysis. Protein S deficiency manifests most commonly as superficial and deep venous thrombosis, but less commonly as arterial thromboses, such as femoral, cerebral, subclavian, and axillary artery thromboses, which have been described.
2)4) Our patient had type I protein S deficiency, which results from deficiency of free and bound protein, which may have been the cause of the distal subclavian occlusion, although it is usually caused by thoracic outlet syndrome.
Although subclavian artery thrombosis complicated by cerebral thromboembolism is uncommon, a number of case studies have reported on cerebral embolism from a subclavian artery thrombotic pathology.
1)
The pathogenesis of infarcts in the vertebrobasilar and carotid distribution is generally believed to be due to propagation or retrograde embolism from a subclavian artery thrombus. 
CONCLUSION
We report on a patient with concurrent occlusion of both cerebral and peripheral arteries, which is very rare. We assume that this multiple embolic infarction may possibly result from protein S deficiency. Accurate evaluation of the source of cerebral infarction is very difficult, however, the possibility of retrograde cerebral infarction and coagulopathy should be considered.
